leading to adrenergic activation and also due to tumour handling and resection. This type of hypertensive peaks is quite common in cases of Conn's syndrome even after thorough preoperative blood pressure control as reported by Gockel I et al. in their series. [5] Postoperatively, serum potassium was replaced with oral potassium chloride postoperatively for 1 week only.
We conclude that severe hypokalaemia in a patient with primary hyperaldosteronism can be managed with aldosterone antagonist and oral potassium chloride alone preoperatively. During intraoperative period, acute correction of K + is not necessary and may lead to arrhythmias.
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Management of local anaesthetic systemic toxicity by timely lipid resuscitation in a paraturient -A case report
Sir,
Local anaesthetic systemic toxicity (LAST) is caused by a high circulating plasma concentration of local anaesthetics. In pregnancy there is enhanced sensitivity to local anaesthetics (LA). [1] There may be several reasons for this increased sensitivity. Epidural vein distension makes entrainment of local anaesthetics and catheter migration more likely.
There is also higher cardiac output in pregnancy, with increased perfusion of potential target sites. Parturients also have low α 1 -acid glycoprotein (AAG) titre resulting in a higher concentration of free LA. Lastly, there is a reduction in the clearance leading to accumulation with repeated doses and infusion. [1] The hormonal effects of estradiol and progesterone appear to alter cardiomyocyte electrophysiology sufficiently to increase the risk of arrhythmias specifically and cardiotoxicity in general. If cardiac arrest develops in these patients, resuscitation is complicated by physiological changes during pregnancy, including aortocaval compression by the gravid uterus that reduces venous return and cardiac output, causing hypotension and aggravating the pathophysiology of the cardiac arrest. [2] Thus, even with minor suspicion of LAST, these patients should be managed aggressively to prevent morbidity and mortality. Here, we report a case of early LAST managed successfully by intravenous lipid resuscitation.
A 28-year-old primigravida, weighing 75 kg, presented at 38 weeks gestation in active stage of labour with 2 cm cervix dilatation. She demanded epidural for painless normal delivery. Epidural catheter was inserted at L1-L2 interspace with patient in sitting position after eliciting good loss of resistance at 8 cm. The catheter was advanced 4 cm beyond loss of resistance and had free flow and no return of blood or cerebrospinal fluid. A test dose of 3 ml lignocaine 2% with adrenaline was negative for intravenous or subarchnoid effect. After confirmation of right placement of epidural catheter 8 ml isobaric bupivacaine (0.25%) was given over 5 min with 100 mcg of fentanyl. There was good pain relief within 15 min. However, suddenly patient became agitated and displayed twitching of her face and limbs. Her blood pressure was 168/110 mmHg and heart rate 120 beats/min and foetal heart deceleration was observed. Patients was immediately shifted to operation theatre and a probable diagnosis of LAST was made. Intravenous 20% intralipid emulsion bolus of 1.5 ml/kg bodyweight (112.5 ml) of 20% Intralipid™ was given immediately and repeated again after 10 min. Patient became calm in the next 20 min and had no neurological symptoms. Her blood pressure and heart rate settled. An emergency caesarean section was done under general anaesthesia. A 2.8 kg female child was delivered with Apgar score of 7 at 1 min and 9 at 5 min. Patient had an uneventful recovery subsequently. Intravenous infusion of a lipid emulsion has become part of the treatment for systemic toxicity from LAs, particularly for refractory cardiac arrest. The ASRA guidelines recommend starting lipid emulsion therapy at the first signs of systemic toxicity from LAs after airway management. [3] It is proposed that lipid infusion creates a lipid phase that extracts the hydrophobic molecules of LA from the aqueous plasma phase. Safety of its use in pregnant females needs to be further investigated. It is important to consider the possible complications due to lipid administration for both mother and foetus. The only case of lipid resuscitation in the parturient supports its efficacious role and does not discuss any adverse effects from its use. [4] Few studies have studied foetal outcome in pregnant women on total parenteral nutrition and found it to be safe. [5] As randomised controlled trials are not feasible, we are forced to base our management on individual case reports.
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Incidental finding of pulmonary lymphangitis carcinomatosa in a patient of chest trauma
Delayed complications of blunt chest trauma often occur up to 2 weeks after discharge from the emergency department in upto 10% of patients, but there are case reports of patients presenting even after 4 weeks. [1, 2] The incidence of delayed haemothorax in blunt chest trauma ranges from 5.0% to 7.4%. [1] Recently, a 45-year-old male patient, a chronic smoker, was referred to our hospital for management of chest pain and progressively increasing respiratory distress following blunt chest trauma 3 months back. Past history revealed that patient had two prior admissions in a local hospital before presenting to our hospital. A high-resolution computed tomography (HRCT) showed bilateral hydropneumothorax with multiple rib fractures. The patient was shifted to intensive care unit (ICU) with signs of respiratory failure. He was managed as a sequela of blunt chest trauma with bilateral chest tubes in situ, intermittent non-invasive ventilation (NIV), antibiotics, adequate analgesia and supportive management. Subsequently, chest tubes were removed after confirming minimal fluid on ultrasound chest, but dyspnoea still persisted. Repeat HRCT chest reported infective pathology (atypical pneumonia) and lesions in the apical segment of right upper lobe consistent with lymphangitis carcinomatosa [ Figure 1 ], which needed further evaluation. During the stay of patient in ICU, arterial blood gases reported persistently high pCO 2 with mild hypoxia. Patient was also then managed as a case of acute exacerbation of COPD with type 2 respiratory failure. A short course of oral steroid was started as a management of COPD.
There was 20-30% improvement in dyspnoea and patient required NIV 3-4 hours/day. Echocardiography done later was found to be within normal values. Subsequently, a repeat contrast-enhanced computed tomography (CECT) lung done 2 weeks later showed a spiculated nodule in upper part of right lower lobe, multiple sclerotic lesions in vertebral body of D1 and sternum, and a lytic lesion in D11 (with pedicles) in bone window. Ultrasound abdomen showed hepatomegaly with multiple space-occupying lesions in both lobes of the liver, likely to be metastasis. Fine-needle aspiration cytology of space occupying lesion in liver reported adenocarcinoma metastasis. Chemotherapy could not be started due to poor general condition of patient. Subsequently, patient expired after 10 days of diagnosis of occult primary malignancy with pulmonary lymphangitis carcinomatosa (PLC) and liver metastasis.
In 1873, Troisier introduced the term PLC to describe diffuse infiltration of the lymphatics of bilateral lungs by malignant cells. [3] This condition is seen more commonly in younger population and affects males more than females (60:40). [3] Around 30-40% of patients with malignant disease have intra-thoracic metastasis and among those only 6-8% develop PLC. [3, 4] It may be the only manifestation of an occult malignancy. [3] PLC is a metastatic lung disease which may precede or obscure or dominate any local symptoms and present as a diagnostic problem in dyspnoea. [3] This patient was initially managed as a sequela of blunt chest trauma. But even after managing blunt chest trauma, COPD and sepsis, patient progressively deteriorated with increasing respiratory distress. Radiological picture in CECT showed nodular thickening of interlobular septa
